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Clinical efficacy of polyethylene glycol losenatide combined with metformin
in patients with type 2 diabetes mellitus

LIANG Bin,LI Lan, WEI Dong
( Department of Endocrinology and Metabolism ,the Second People’s Hospital , Chengdu 610000, Sichuan , China)

[ Abstract] Objective:To compare the clinical efficacy of polyethylene glycol loxenatide combined with metformin and multiple
oral hypoglycemic agents or oral hypoglycemic agents combined with insulin in patients with type 2 diabetes mellitus. Methods: A total
of 124 patients with type 2 diabetes mellitus were randomly divided into experimental group (n =62) ,in which patients received 0.2 mg
polyethylene glycol loxenatide and metformin,and control group (n =62) ,in which patients received multiple oral hypoglycemic agents
or oral hypoglycemic agents combined with insulin. The index of blood glucose,body mass index (BMI) ,waist circumference,the lever
of blood lipid and adverse reactions were followed up at the beginning of enrollment and 4,12 ,36 weeks after treatment. Results: The
2 h postprandial plasma glucose (2 h PPG) ,triglyceride (TG) and low-density lipoprotein cholesterol ( LDL-C) decreased significantly
in experimental group compared with the control at 4 weeks after treatment (P <0.05). The glycated hemoglobin ( HbA1C) , fasting
plasma glucose (FPG) ,2 h PPG,BMI, waist circumference, TG, total cholesterol ( TC) and LDL-C in experimental group were lower
than those in the control group at 12 weeks and 36 weeks after treatment (P <0.05). Conclusion : Polyethylene glycol loxenatide com-
bined with metformin can safely and effectively reduce blood glucose ,weight and improve blood lipid profile in patients with type 2 dia-
betes mellitus.
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